An 18-year-old white woman with a history of end stage renal failure secondary to hemolytic uremic syndrome, bilateral nephrectomies, rejection of two kidney transplants, and currently on chronic ambulatory peritoneal dialysis was admitted to the hospital with abdominal pain likely secondary to peritonitis. She coded while in the hospital and resuscitation efforts were unsuccessful. She had a history of hypertension and congestive heart failure. She had a branch left middle cerebral artery infarction at age 4 resulting in a spastic right hemiparesis. A definite mechanism for her stroke was not determined, although it was presumed to be embolic. She also had a history of seizures, peripheral neuropathy, anemia, and intermittent pancreatitis.
peripheral nerve the fibers of the distal stump degenerate whereas those of the proximal stump survive. 1 That is, axons must be connected to the cell body to survive. Wallerian degeneration in the peripheral nervous system has four main events: (1) axolysis or a decay of axonal processes, (2) myelinolysis that leads to dissolution of the myelin sheath, (3) phagocytosis of the debris by resident and invading macrophages, and (4) proliferation of Schwann cells. In the central nervous system, axons degenerate and myelin sheaths break down into a series of myelin ovoids that are separated from their supporting oligodendrocytes, which atrophy. Astrocytes respond and microglia become activated and begin to phagocytize myelin. 2 Wallerian degeneration of the corticospinal tract after cerebral infarction can be followed in vivo with brain magnetic resonance imaging. 3 The focal infarction without obvious distal axonal degeneration is shown for the first month. At four weeks after stroke, a band of hypointense signal on T2-weighted images is noted in the distribution of the corticospinal tract. After 10 to 14 weeks, the abnormal signal in the corticospinal tract becomes permanently hyperintense. Accompanying brain stem shrinkage usually occurs over several years.
